SUMMARY Two patients, aged 72 and 65 years, each underwent two prostatic resections spaced four and two years apart, respectively. In both cases the earlier procedure showed widespread adenocarcinoma with only occasional endocrine cells, while tissue from the later operations showed prostatic carcinoids.
Endocrine cells comprise part of the epithelium of normal and hyperplastic prostate.13 Moreover, they are present in up to 30% of prostatic adenocarcinomas,3 ranging from occasional cells to a substantial proportion, and occasionally all of the tumour mass.45 Their presence may be responsible for endocrine syndromes associated with tumours,6 7 and hormones have been confirmed immunohistochemically.3 6 7 There is, however, no published data relating to the steroid sensitivity and hence responsiveness of these tumours to treatment. The cases presented here of prostatic adenocarcinomas, which develop into carcinoids under hormonal treatment, suggest that neoplastic prostatic endocrine cells may lack the profile of steroid sensitivity that is characteristic of the bulk of normal prostatic epithelium and many prostatic adenocarcinomas. (Fig. 2a) . Nuclei showed moderate variation in size and chromatin density and were often vacuolated. Nucleoli and mitoses were not seen. The cell groups were stained by the Grimelius technique (Fig. 2b) and chromogranin A (Fig. 3a) but were negative to Masson Fontana and did not manifest formalin induced fluorescence. Prostatic acid phosphatase staining was uniformly strongly positive (Fig. 3b) Tissue from the earlier transurethral prostatic resection showed a widespread well differentiated prostatic adenocarcinoma (Fig. 4) . This consisted mainly of infiltrating irregular glandular elements composed of cuboidal to columnar cells with eosinophilic or clear cytoplasm and nucleolated nuclei. Occasional endocrine cells were visible on haematoxylin and eosin stained sections. After two years of hormone treatment the suprapubic resection specimen comprised mainly fibromuscular tissue with occasional residual benign prostatic glands, which showed squamous metaplasia. Distributed widely within this stroma were small glandular elements composed of polygonal cells with granular eosinophilic cytoplasm and regular nuclei with a homogeneous chromatin pattern (Fig. 5a ). Such cells showed positivity by the Glees and Marsland technique (Fig. 5c ) and stained immunocytochemically for chromogranin A (Fig. Sb) . commonly within the epithelium of ducts leading into the urethra. Even here, however, their distribution is uneven, and numbers may vary greatly between neighbouring ducts.' 2 The origin of such cells has been debated, but the prevailing view, by analogy with the gut and respiratory epithelia, is that they differentiate from local epithelial stem cells rather than that they migrate in from afar.79 10 A complement of endocrine cells has also been described within prostatic carcinomas. Recent reports of prostatic carcinoids staining for prostatic acid phosphatase and prostate specific antigen 10 12 further support the notion that in these tumours the endocrine cells are derived from the same stem cells as prostatic adenocarcinoma. There is no published data, however, relating to their hormone sensitivity and hence responsiveness to treatment. The patients presented here each underwent two prostatic resections. Histology of the earlier procedures showed typical infiltrating prostatic adenocarcinomas, which were later found to harbour small numbers of endocrine cells. After orchidectomy and a period of treatment with oestrogen tissue from the later operations showed scattered clumps with the staining characteristics of carcinoids but no evidence of the original adenocarcinomas.
We propose that the original adenocarcinomas were sensitive to the hormonal manipulations used in treatment, but that the carcinoid components were relatively resistant. Thus they persisted (albeit growing slowly), while the adenocarcinoma regressed. If the carcinoids did, indeed, originate from the adenocarcinomas (a contention supported by prostatic acid phosphatase and prostate specific antigen positivity) it suggests that differentiation in the endocrine mode engenders relative insensitivity to sex steroids. Stratton, Evans, Lampert 
